Acquired epileptic aphasia, otherwise known as Landau-Kleffner syndrome, is a childhood epilepsy syndrome, characterized by acquired aphasia, seizures, behavioral abnormalities, and abnormal electroencephalography (EEG), in various combinations. Sometimes, some intracranial pathologies, such as brain tumor, head injury, demyelination, and neurocysticercosis, have been found in association. Here, we report a case of a 5-year-old male child presenting with gradual loss of speech, behavioral abnormalities, such as hyperactivity, inattentiveness, and abnormal EEG findings, but without the classical seizures seen with this syndrome.
Introduction
L andau-Kleffner syndrome (LKS), also called infantile-acquired aphasia or acquired epileptic aphasia, is a rare syndrome that occurs exclusively in children. It is named after Landau and Kleffner, who characterized it in 1957. [1] Usual features are sudden or gradual onset of aphasia, abnormal electroencephalography (EEG) with or without epileptic seizures, and behavioral abnormalities in previously n o r m a l c h i l d r e n , u s u a l l y i n m a l e children. [2] The language disturbance, EEG abnormalities, and epilepsy are likely to be the result of an insult to the temporoparietal areas of the developing brain. Here, we report a case because of its rarity and its unusual presentation without classical seizures.
Case Report
A 5-year-old male child presented with a history of progressive loss of speech with some abnormal behavioral patterns for the last 3 years. The perinatal history was normal. He was developmentally normal up to 2 years of age and could tell bisyllables clearly. After that age, his speech progressively diminished and he started communicating with nonverbal gestures. Over a period of 7-8 months, the paucity of speech progressed to complete aphasia. He also showed abnormal behavior in the form of coprophagia, hyperactivity, and attention deficit. He did not use to respond to any verbal command. He was emotionally labile. There was a history of generalized tonic-clonic convulsion associated with fever which lasted 5 min at the age of 1.5 years. He was then treated as a case of simple febrile seizure. No further episodes of convulsions were there. There was no history of head injury or any other chronic illness.
General physical examination including detailed neurological examination was essentially normal, except the domain of speech and language. Speech examination revealed auditory agnosia and presence of both receptive and expressive aphasia. There were continuous drooling of saliva
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Occasionally, the condition may be secondary to other causes such as low-grade brain tumors, closed-head injury, demyelinating disease, and neurocysticercosis. [7] However, no other secondary cause has been identified in our case.
The prevalence of clinical seizures in LKS is 70%-85%. Behavioral disturbances are seen in as many as 78% of the patients. [8] The diagnosis of autism is often considered because of the common presence of verbal stereotypes. Hyperactivity and decreased attention span are observed in as many as 80% of patients. EEG abnormalities are constantly found even in those without clinical seizures. EEG abnormalities consist of discharge of spikes, spike-wave patterns, or sharp waves of high amplitude synchronous either in both hemispheres or in foci of variable localization, generally temporal or temporo-occipital. Sleep usually activates the abnormalities, and in some cases, the abnormalities are seen only in sleep recordings. [8] Thus, a child suspected of LKS should have an EEG during sleep (rapid eye movement), particularly if awake record is normal. CT and MRI studies typically yield normal results, and positron emission tomography scan has demonstrated either unilateral or bilateral hypo-or hyper-metabolism. [9] Treatment of LKS can be frustrating. Standard antiepileptic drugs such as valproate and lamotrigine [10] can sometimes reduce seizure frequency and improve language and cognitive function. If the seizure and aphasia persist, a trial of steroids should be considered. One recommended schedule consist of oral prednisolone 2 mg/kg/day for 2 months followed by slow tapering until the child is taking 0.5 mg/kg every other day. If corticosteroids are beneficial, this dosage is usually maintained for 6-8 months. [11] In addition, intravenous immunoglobulin may be used. [12] It is imperative to initiate speech therapy and maintain treatment for several years because improvement in language function occurs only over a prolonged period. Subpial cortical transection has been reported to be useful in clinically refractory cases with LKS. [13] Prognosis of LKS depends mainly on the development of aphasia. Early onset of aphasia indicates that the chances of complete recovery are slight.
Although LKS is uncommon, there is a need for an increased awareness of the disorder presenting with loss of speech and language in a previously normal child. It may be present without seizure activity like our case. Once considered, the diagnosis can be confirmed by the characteristic sleep EEG activity. The aim of reporting this case is to create awareness of this syndrome as early treatment may show comparatively better prognosis. and bouts of inconsolable cry. All routine blood parameters and chest X-ray were within normal limits. Computerized tomography (CT) scan and magnetic resonance imaging (MRI) of the brain showed normal pictures. EEG showed features suggestive of repetitive spike and wave activity in the parieto-occipital regions [ Figure 1 ].
On the basis of clinical presentation, EEG findings, and normal MRI, LKS was diagnosed and he was started on valproate and steroid (prednisolone) along with speech therapy. He started showing gradual improvement in terms of abnormal behavior, but no improvement in speech was noted.
Discussion
LKS is characterized by a triad of receptive and expressive aphasia, EEG abnormalities, and in a majority of cases, epileptic seizures in previously normal child, usually a male child. [1] LKS is also known as acquired epileptic aphasia, infantile-acquired aphasia, or aphasia with convulsive disorder. [3, 4] This syndrome was first described by Landau and Kleffner. [1] It usually appears between 2 and 13 years of age and commonly in 4-7 years. [4, 5] A slight predominance in male children is noted, with a male to female ratio of 1.7:1. [6] The accurate neurophysiologic mechanism of stagnation and involution of acquired speech in patients with LKS is not completely clear yet. Landau and Kleffner [1] had suggested that aphasia may be the result of a functional ablation of the primary cortical language areas by persistent discharges in these regions, whereas Gascon et al. [7] mentioned the possibility that the EEG discharges are cortical manifestations of a low-level subcortical-differentiating process. The global aphasia experienced by this child seems to be related to constant EEG spike activity in the left temporo-occipital region. 
